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Supplemental Box 

(To be used when the space in any of Boxes 1 to VIII is not sufficient) 

Continuation of Box No: DI - Lack of Unity 

The present claims are directed to seven inventions. 

• Invention 1, defined by claims 1-96 is to methods of identifying compounds that modulate insulin sensitivity 
comprising administering the compound to a cell tissue or animal having reduced Cbl expression and 
determining activities of specific enzymes or level of specific metabolites. 

• . Invention 2 defined by claims 97-1 13 is to a method of identifying a therapeutic target for the treatment of 

aberrant insulin action by reducing Cbl expression or activity, and detennining the effect of this on other 
genes/proteins. Genes or proteins with changed expression or activity are identified as therapeutic targets. 

• Invention 3, defined by claims 1 14-1 1 5 is to methods of identifying compounds that modulate acetyl coA 
carboxylase activity by measuring Cbl expression/activity in the presence and absence of the compound. 

• Invention .4, defined by claims 1 16-1 17 is to methods of identifying compounds that modulate AMP 
dependent kinase activity by measuring Cbl expression/activity in the presence and absence of the compound 

• Invention 5, defined by claims 118-121 is to methods of identifying compounds that modulate free fatty acid 
synthesis or modulate fatty acid oxidation by measuring Cbl expression/activity in the presence and absence of 
the compound. 

• Invention 6, defined by claims 122-123 is to methods of identifying compounds that modulate uncoupling 
protein 3 activity by measuring Cbl expression/activity in the presence and absence of the compound. 

• Invention 7, defined by claims 1 16-1 1 7 is to methods of identifyingxompounds that modulate insulin receptor 
expression by measuring Cbl expression/activity in the presence and-absence of the compound. 
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Box No. II Observations where certain claims were found unsearchable (Continuation of item 2 of first sheet) 

This international search report has not been established in respect of certain claims under Article 17(2)(a) for the following 
reasons: 

1. | | Claims Nos.: 

because they relate to subject matter not required to be searched by this Authority, namely: 



| ' | Claims Nos.; 

because they relate to parts of the international application that do not comply with the prescribed requirements to such 
an extent that no meaningful international search can be carried out, specifically: 



3. Claims Nos.: 

because they are dependent claims and are not drafted in accordance with the second and third sentences of Rule 6.4(a) 



Box No. m Observations where unity of invention is lacking (Continuation of item 3 of first sheet) 



This International Searching Authority found multiple inventions in this international' application, as follows: 
The ISA found 7 inventions -see Supplemental Box HI »" 



I 1 As all required additional search fees were timely paid by the applicant, mis international search report covers all 
searchable claims. 

|~ I As all searchable claims could be searched without effort justifying an additional fee, this Authority did not invite 
payment of any additional fee. 

As only some of the required additional search fees were timely paid by the applicant, this international search report 
covers only those claims for which fees were paid, specifically claims Nos.:l-113 



4 I I No required additional search fees were timely paid by the applicant Consequently, this international search report is 
* ' restricted to the invention first mentioned in the clairns; it is covered by claims Nos.: 



Remark on Protest \~\ The additional search fees were accompanied by the applicant's protest 

j [ No protest accompanied the payment of additional search fees. 
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